Alteration of chemically induced hepatotoxicity by copper (II) (3,5-diisopropylsalicylate)2.
The effects of copper (II) (3,5-diisopropylsalicylate)2 (CuDIPS), which is a synthetic superoxide dismutase, on the hepatotoxicity of carbon tetrachloride and acetaminophen in fed and fasted animals were investigated. CuDIPS did not alter the covalent binding of metabolites of either of these chemicals to the hepatic endoplasmic reticulum. However, CuDIPS did inhibit the hepatotoxicity of carbon tetrachloride by inhibiting the induction of lipid peroxidation by carbon tetrachloride. CuDIPS had only a slight, and histologically insignificant, ability to decrease acetaminophen hepatotoxicity which is related to the inability of CuDIPS to prevent depletion of reduced glutathione by acetaminophen. The observation that fasting potentiates the hepatotoxicity of acetaminophen is emphasized, and the mechanism of this potentiation is suggested to be related to the depletion of reduced glutathione.